
apply, often to a lesser extent, across the range of
patients with epilepsy. As we improve our services for
this vulnerable group, the lessons learnt can only benefit
people with epilepsy as a whole.
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Dying from heart failure: lessons from palliative care
Many patients would benefit from palliative care at the end of their lives

Increasing interest and research into the care of the
dying over the past 25 years have resulted in better
symptom control, psychological support, and

choice for people dying from cancer and their families.1

Little attention has been paid, however, to patients with
other life threatening diseases, such as AIDS, neurologi-
cal conditions, respiratory failure, and heart failure. Pal-
liative care, with its emphasis on the care of patients
whose prognosis is limited, on quality (not quantity) of
life, and on a multidisciplinary approach, may benefit
patients other than those with cancer. One such group is
patients dying from heart failure.

Heart failure is the only major cardiovascular
disease with increasing prevalence, incidence, and
mortality. Incidence and prevalence both increase dra-
matically over the age of 75 years—up to 43.5 and 190
per 1000 population respectively.2 With age adjusted
mortality from cardiovascular disease declining and
the size of the elderly population growing, the absolute
number of individuals living with compromised
cardiac function is expected to increase dramatically
over the next few decades.3 Modern treatments for
heart failure slow but do not arrest progression of the
disease. Despite the wealth of therapeutic advances,
quality of life in chronic heart failure is poor4 and dis-
comfort and distress often worse than in cancer.5

In the United Kingdom only one study has investi-
gated symptoms in terminal heart disease: the regional
study of care for the dying.6 This was a population
based retrospective survey of a random sample of
people dying in 20 English health districts in 1990.
People who died from heart disease, including heart
failure, had experienced a wide range of symptoms,
often distressing and often lasting more than six
months.7 In addition to dyspnoea, pain, nausea, consti-
pation, and low mood were common and poorly con-
trolled. At least one in six had symptoms as severe as
those in patients with cancer managed in hospices or
by palliative care services. Although many were
thought to have known that they were dying, open
communication with health professionals was rare.8

In the United States the SUPPORT study included
263 patients with heart failure.9 It showed severe symp-
toms in the last three days of life in patients with heart
failure: 65% were breathless and 42% had severe pain.
Forty percent of these patients received a major treat-
ment intervention in the last three days of life, suggest-

ing that doctors had not recognised the closeness of
death. A salutary finding was that intervention by spe-
cially trained nurses to enhance decision making and
improve patient care had no impact on symptom con-
trol or other outcome measures.

In heart failure, as in most diseases, the first step
towards symptom control is optimisation of treatment
of the underlying disease. The regional study of care of
the dying suggests that this is not enough. The need for
improved symptom control and greater emphasis on
quality of life has been recognised,10 11 but research into
and provision of services for care of patients with end
stage heart disease have been neglected.12 Nurse prac-
titioners have been advocated to help with patient
management and may be effective.12 Several trials are
underway, but these may be premature since the needs
of these patients have not been defined. Cost effective,
appropriate, and acceptable services for these patients
cannot be developed in the absence of good
information on what their needs are and when to
intervene to improve their lives.

The findings of the SUPPORT study suggest that
the use of resources for the care of patients with heart
failure will need to be imaginative to be effective. Anec-
dotal evidence exists that palliative care teams have
managed patients with heart failure successfully using
the same approach that helps cancer sufferers, but
conventional hospice and specialist palliative care
services could be overwhelmed by heart disease.
Indeed, different models of care may be needed since
patients with heart failure are more prone to sudden
death than patients with cancer and do not necessarily
have a clearly defined terminal phase. Specialist heart
failure nurses may founder if they work in isolation.
Palliative care is recognising the need to take stock of
other terminal illnesses. Now is the time to collaborate
and accelerate this change.
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Smoking and stroke: a causative role
Heavy smokers with hypertension benefit most from stopping

Stroke remains the third leading cause of death in
most Western countries and is second only to
myocardial infarction as a cause of cardiovas-

cular death. Many epidemiological studies have
established cigarette smoking as an important risk fac-
tor for stroke. Until recently, however, this relation was
based on observational studies and the effects of smok-
ing were thought to be synergistic with hypertension,
diabetes mellitus, glucose intolerance, age, hypercho-
lesterolaemia, and pre-existing cardiovascular disease.1

Now we have definite evidence that smoking itself has
a direct causal effect on stroke.

The relation between smoking and atherosclerosis
was observed as early as 1908 by Buerger, who noted
severe distal ischaemia among young male addicted
smokers.2 The earliest report associating stroke and
extracranial arterial disease is credited to Gowers, who
in 1875 showed left carotid artery occlusion in a
patient with right hemiplegia and loss of sight in the
left eye.3

The Framingham Heart Study was among the first
to assess these the relation of smoking to type of stroke,
number of cigarettes smoked, and the effect of
stopping.4 It concluded that smoking made a
significant independent contribution to the risk of
stroke generally and to brain infarction specifically.
The relative risk of stroke in heavy smokers (> 40
cigarettes/day) was twice that of light smokers (<10
cigarettes/day), and the risk of stroke increased with
the number of cigarettes smoked; cessation lowered
the relative risk ratio to that of a non-smoker.4 This
reduction in risk ratio was significant by two years after
stopping and had reached the level of a non-smoker at
five years.4 In a meta-analysis of 32 separate studies,
Shinton and Beevers showed that cigarette smoking
independently contributed to the incidence of stroke:
the greatest risk was of subarachnoid haemorrhage,
followed by cerebral infarction.5

Heavy smokers have a relative risk of stroke 2-4
times greater than non-smokers.1 4 The large cohort
study of 22 071 US male physicians showed that heavy
smokers ( > 20 cigarettes/day) had a relative risk of
total non-fatal stroke of 2.71 and of fatal stroke of 1.46
(P < 0.05).6 The British Regional Heart Study showed
a relative risk of of 3.7 in all current smokers.1

Howard et al showed increased thickness of the
intima-media wall of the carotid artery in smokers
compared with non-smokers, particularly among
people aged over 60.7 Differences in mean maximum
intima-media wall thickness in the internal carotid
artery between current and non-smokers were greater
than the change expected over 10 years for a person
who has never smoked.8

The association between the number of cigarettes
smoked and the increase in the risk of stroke remains
inconclusive. Some authors suggest a linear relation,
particularly in smokers of more than 20 cigarettes a
day and older people.4 6 7–9 A dose-response relation
between pack years of smoking and carotid artery dis-
ease, measured by increased carotid artery intima-
media wall thickness, has been shown.7 8 An association
may exist between passive smoking and intimal hyper-
plasia, potentially increasing the risk of stroke.7 10

Although the dose-response relation is unclear,
stopping smoking does reduce the incidence of stroke.
Both the Framingham Heart Study4 and the Nurses
Health Study11 showed a normalised risk ratio five
years after cessation. Also after five years there was no
further benefit.1 Tell et al, however, showed that risk
reduction was dependent on the quantity of cigarettes
smoked before stopping: light smokers (< 20
cigarettes/day) reverted to normal values, but heavy
smokers retained twice the incidence of stroke as non-
smokers.8 Secondary pipe or cigar smokers still have
an increased risk similar to that of light smokers,1 so
switching to a pipe or cigars confers little benefit.

Former smokers have a decreased prevalence of
clinically significant ( > 50%) internal carotid artery
stenosis (7.3%) than current smokers (9.5%),8 this
difference being greatest in older people.7 No
significant relation exists between carotid artery wall
thickness and years since quitting smoking.

The relative risk of stroke among hypertensive
smokers is five times that among normotensive smok-
ers, but 20 times that of normotensive non-smokers.
Pharmacological treatment of hypertension in mildly
hypertensive smokers is much less effective in reducing
the incidence of smoke than in mildly hypertensive
non-smokers, supporting smoking as a causal agent.12
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